The rat was chosen as the experimental animal because we have a parallel series of experiments in which the behaviour of rats to odours is under study. The animal preparation, the odour delivery system and the experimental protocol were essentially as described previously (Shirley et al., 1983) . As soon as possible after death, a sagittal section is made of a decapitated head and the septum is removed to expose the olfactory turbinates. The olfactory mucosa is superfused with Ringer's solution and if the temperature is kept low . the preparation will give stable EOGs* for some hours. The tissue was stimulated with 2 s odour pulses with I min pulse intervals to avoid adaptation. The order of odorant delivery was randomized for each experiment and every fourth stimulus was the standard odorant isopentyl acetate. The EOG amplitudes were normalized with respect to the interpolated standard odorant and the results are expressed as the response parameter R.
Concanavalin alone. when applied in Ringer's solution, did not affect the response to the standard odorant isopentyl acetate. However. we have found previously that concanavalin A reduces the R value of the EOGs to isovaleric acid (Polak ct al.. 1982) and we have investigated the selectivity of this effect using a large number of odorants. The results in Table 1 show * Abbreviation: EOG, electro-olfactogram. ). This selective inhibition by concanavalin A has been studied only in the rat. Since volatile fatty acids are effective odorants for all vertebrates so far tested we would expect that concanavalin A would bring about a pattern of selective odorant inhibition in other vertebrates similar to that found in the rat. We report here the effects of concanavalin A on frog olfactory mucosa.
The animal preparation and the odour delivery system have been described previously (Menevse et a/., 1978) . The experimental protocol involved perfusing the olfactory cavity with a solution of concanavalin A in frog Ringer's solution. After a period of washing with Ringer's solution the response of the olfactory mucosa was measured by determining the EOG* to a sequence of odorants. Every fourth odour pulse was the standard odorant isopentyl acetate and the results are expressed as R, the survival of the mean EOG amplitude normalized with respect to the EOG amplitude for the standard odorant. The stability of the preparations was excellent, with little change in the EOG amplitude to isopentyl acetate during the course of an experiment.
Concanavalin A gives a differential inhibition of odour responses in frog olfactory mucosa (Table I ). The concentration required for a strong effect, 5mg/ml, was about an order of magnitude greater than that required in the rat. The mucus layer overlying the olfactory receptors in the frog is much thicker than the mucus layer in the rat and the high concentration of concanavalin A required for the frog may reflect considerable adsorption of the protein to the mucus. The EOG responses to the small, sweaty-smelling carboxylic acids were preferentially inhibited. No significant inhibition of the EOG signals to most of the non-carboxylic acid odorants tested was found. The exception was the t-butane thiol. Interestingly, in the rat the EOG signals to two thiols was also inhibited to some extent by concanavalin A.
The pattern of selective inhibition of EOG to fatty acids brought about by concanavalin A has now been found for two vertebrates and may be interpreted as evidence for a specific receptor system for sweaty-smelling fatty acids.
Selenium, an essential micronutrient, is toxic at higher concentrations. Yet certain plants and micro-organisms are remarkably resistant to selenium (Rosenfeld & Beath, 1964) . When the resistant micro-organisms (such as yeasts or Escherichia coli) are grown in media containing sodium selenite they reduce this salt to the biologically inert elemental selenium, recognizable by its characteristic brick-red colour (Falcone & Nickerson, 1963) . Particles of the elemental selenium could be seen at the cell walls of E. coli by electron microscopy (Gerrard et al., 1974) .
Animals can also become resistant to selenium. It has been reported that. during the travels of Marco Polo in Central Table I . Selenium content in various parts of tissues from white rats treated with sodium biselenite Rat no. I (female) had twice-weekly skin applications of aq. sodium biselenite (20mg/ml) for 3 weeks. It died 2 days after having been given a single intragastric dose (0.5 ml of NaHSeO,, 20mg/ml). At 1 year before the selenium treatment the rat had a single dose of T-2 toxin ( 1 mg/kg body wt.), as part of a study into the role of Fusarial mycotoxins and selenium in oesophageal and gastro-intestinal cancer (Schoental, 1983) . Rat no. 2 (male) was given NaHSeO, (20mg/litre) in drinking water for 3 weeks, followed by four intragastric doses of aq. NaHSeO, (20mg/ml). 0.1, 0.6, 0.8 and I.Oml, respectively, at 3 or 4 day intervals. The rat died 2 days after the last dose. (Other organs contained 3.83-9.74jig of selenium/g.) Rat no. 3 (female) had seven twice weekly skin applications of aq. NaHSeO, (20mg/ml). The treated part of the skin was bright yellow when the rat was killed 2 days after the last application. Rat no. 4 (female) treated similarly lo no. 3. The part of skin studied was distant from the site of application of NaHSeO,.
Selenium ( , 1964) . In rats Cameron (1947) induced experimentally resistance to selenium. The rats were given subcutaneous injections of sodium selenite twice weekly, starting with doses corresponding to 1.6mg of selenium/kg body wt. (less than half of the LD,,, 3.5mg/kg body wt., when given as a single subcutaneous dose), then increasing the doses over 140days till they reached 12mg of selenium/kg body wt., more than 3-fold its LD,,. The mechanism of this induced resistance was not explained (Cameron, 1947) . We obtained evidence that mammalian tissues can also reduce selenium salts to its elemental form. White rats were treated with aqueous solutions of sodium biselenite. some by skin applications, and others in drinking water. At various times some of the rats were give increasing doses of it intragastrically until the animals died.
At autopsy, the stomach and certain other organs of some of the rats showed striking brick-red areas or streaks. Such red parts contained much higher concentrations of selenium (measured by the method of Hall & Gupta, 1969) than the adjacent, not specifically coloured, parts of the organs (Table I) . The selenium content of the red part of one liver was about 7 times that in other parts of the same liver. To our knowledge. in mammalian tissues deposition of elemental selenium has previously not been recorded (see, e g , Spallholz et (11.. 198 I).
The mechanism of the reduction of sodium biselenite and the deposition of elemental selenium is not known in detail. On interaction with glutathione (or with other thiol compounds) selenatrisulphides are formed, which break down according to the scheme: 4 R-SH + SeO, + RS-Se-SR + RS-SR + 2H,O
RS-SR + Se
Of particular interest is the preferential deposition of elemental selenium in specific parts of rat organs. and its possible implications to the contradictory results encountered in experimental and epidemiological studies into the role of selenium in relation to cancer (Schoental, 1983) .
